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Review and Progress of Target Drugs in the Treatment of Systemic Lupus Erythematous

LI Jingjia, YUN Cailin, LIU Xiaolei*(Pharmacology College of Inner Mongolia Medical University, Inner Mongolia,
Hohhot 010059, China)

ABSTRACT: As the disease with complex symptom and poorly understanding pathology, treatment of systemic lupus
erythematous (SLE) is still mainly based on ‘“traditional” drugs, corticosteroids and immunosuppressive. However the
mechanism of SLE has been promoted to several levels and provided a brand new clue of target treatment. The research and
exploration on biological agents has been put efforts, thus a large number of biological drugs emerged due to regulate the
activation of T and B cell through many aspects of immune reaction. The article will present the drugs of each classification and
apply an temporary reference for clinical medical therapy guidance.
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